Two 21-year-old female twins are described. They presented simultaneously with hirsutism and oligomenorrhoea. Investigation showed they had polycystic ovaries, they were identical and were not cases of post-pubertal adrenogenital syndrome. 
She presented with a 10-month history of hirsutism, developing upper lip hair, sideboards, extension of the pubic escutcheon and oligomenorrhoea, with cycles varying between 6 and 7 weeks.
She had had a normal menarche aged 16 years, no previous illnesses and there was no family history of infertility, hirsutism or obesity. Two brothers had insulin-dependent diabetes. Her weight and secondary sexual characteristics were normal. There was no virilisation and she was normotensive. Pelvic examination showed bilateral enlargement of her ovaries. Ultrasound examination confirmed bilaterally enlarged cystic ovaries.
Her endocrine profile showed a mild elevation of plasma testosterone, androstenedione and cannulated prolactin. Urinary 17-oxo and 1 1-hydroxysteroids were also just higher than normal. Genetic testing at 20 loci showed identity to give a probability of zygosity of 099957. Karyotyping with band Giemsa staining techniques showed a normal 46 XX pattern and no evidence of mosaicism.
Discussion
Polycystic ovarian syndrome is an ill-defined syndrome. Its features of oligomenorrhoea, infertility, obesity and hirsutism may occur without any cystic change in the ovary. Conversely polycystic ovaries occur without the associated features. The presence of mild endocrine abnormalities, in particular androgen excess, suggests that there may be a common pattern to the disease, but its diagnosis remains one of exclusion. There are no specific features or tests.
Virilising ovarian and adrenal tumours, Cushing's syndrome and the adrenogenital syndrome must be excluded. Androgen levels are usually high in hormone secreting tumours. Cushing's syndrome loses the normal cortisol diurnal variation. More problematic is the exclusion of the adrenogenital syndrome.
There are three known blocks in adrenal cortisol production producing excessive androgen production due to ACTH. This pattern was not seen in the twins described.
The aetiology of the syndrome is obscure. There is some evidence it is congenital and it is in this context that its presence here in identical twins is particularly interesting. A familial tendency is described by Cooper et al. (1968) but this has not been noted in all series (Stein, 1964) . There are a few reports of sisters developing it and two of identical twins being affected (Jeffcoate, 1964; Goldzieher and Green, 1962 ). Neither pair are described with details of the assessment of their diagnosis, endocrine profile nor genetic identity. We know of no reports in nonidentical twins.
Several workers have noted chromosomal abnormalities. Parker et al. (1980) 
